The relationship between occupation and adverse health effects has been studied throughout the world. In the past, most of these studies focused on the direct examination of physical adverse effects. More recently, there has been a growing interest in the examination of mental adverse effects, due to the emergence of social problems such as suicide and karoshi (literally, "death from overwork") (1) caused by chronic stress at work, and because the proportion of whitecollar workers has increased. Many studies on the relationship between occupation and blood pressure or cardiovascular diseases have been performed since the 1970s. This relationship has been evaluated in various kinds of workers: white-collar workers (2), pilots (3), transit operators (4), and so on.
Masked hypertension, in which blood pressure increases in daily life in spite of normotension in a clinic, has also been a subject of increasing interest (5) . There are three kinds of masked hypertension: morning hypertension, nocturnal hypertension and stress hypertension ( Fig. 1) (6, 7) . From the beginning, it has long been estimated that approximately 10% of hypertensives have higher blood pressure at home than in the clinic (8, 9) . In addition, job strain, defined as high psychological demands plus low decision latitude at work, causes increase of blood pressure (10) . Job strain is a risk factor for hypertension, particularly in hard working men (11) . Some people have been reported to have higher blood pressures at work than in the clinic (12) . Therefore, masked stress-induced hypertension at work is a subject of increasing interest.
Job strain causes an increase in ambulatory blood pressure at work, at home, and during sleep (13) . A previous study reported that ambulatory blood pressures were higher than clinic blood pressures in normotensive subjects, whereas the reverse was typically true in hypertensives (14) . In other words, individuals who are clinically normotensive may still experience higher ambulatory blood pressure at work. Masked stress-induced hypertension may develop into sustained hypertension (high blood pressure daily life) as a result of chronic stress due to job strain. In addition, of course, other factors also play a role in blood pressure increase, including smoking (9, 13, (15) (16) (17) and alcohol (13, 15) . Masked hypertensives and sustained hypertensives are at equivalent risk for developing cardiovascular diseases (15, 18, 19) . Risk factors of left ventricular mass index increases in masked hypertensives caused by job strain (10) . Masked stress-induced hypertension may lead to target organ damage in workers (20) (21) (22) (23) (24) (25) (26) (27) (28) .
From a mechanistic point of view, masked stress-induced hypertension may result from an increase in vascular tone caused by sympathetic vasoconstrictor activity (29) and a high level of cortizol in peripheral blood (30) . Surge in morning blood pressure (Monday morning surge) (31) and the rate of cardiovascular sudden deaths (32) are said to be higher on Monday than on the other days of the week. This may be because workers experience pronounced strain and stress on Monday due to the relative absence of these sensations over the weekend, just as the rate of angina pectoris attacks in dynamite factory workers is well known to be highest on Monday (Monday morning attack) due to the reduced exposure to nitro compounds.
On the other hand, the relationship between metabolic syndrome and blood pressure has also been a focus of research around the world. We think that masked hypertension at work, as at home (8), may be related with overweight, high insulin levels and low high-density lipoprotein (HDL) cholesterol. As industrial physicians, we have observed that the rate of overweight and obesity in workers has increased in recent years. It has been reported that obesity leads to metabolic syndrome, and that two-thirds of subjects with high-normal blood pressure who did not receive treatment for 4 years or more developed hypertension (33) . Normotensives with metabolic syndrome may develop true sustained hypertension. Hypertension is said to be the most common component of metabolic syndrome (34) . We think it more accurate to regard normotensives with metabolic syndrome as potential prehypertensives. Therefore, for the industrial physician the most important question is how to identify workers with masked hypertension and target organ damage, so that they can take preventive measures. As the measures, we think that setting up a cut-off value of blood pressure would be useful for the prevention of metabolic syndrome (35) or along with the early detection of useful risk factors. Harada et al. reported that the most adequate cut-off value of blood pressure at annual examination may be 130/85 mmHg for predicting 140/ 90 mmHg at work (36) , and that useful risk factors may be a family history of hypertension, body mass index and age (36) . This report (36) is particularly noteworthy from the standpoint of the study of masked stress-induced hypertension at work. Unfortunately, however, these authors did not describe the relationship between masked hypertension at work and job strain. Nonetheless, this relationship-the association between blood pressure and work-will continue to become more and more important.
Family history of hypertension was a useful risk factor for the early identification of masked hypertension at work (36) . The analyses into various polymorphisms of hormones and diseases develop, and the relationship between adrenergic receptor polymorphisms and blood pressure was studied (37) (38) (39) (40) (41) (42) . These reports (37) (38) (39) (40) (41) described that the effects of various adrenergic receptor polymorphisms on agonist-mediated vascular desensitization were different. The remaining study (42) examined the relationship between mental stress and adrenergic receptor genotypes, and described that increase of blood pressure depended on these genotypes. Masked stressinduced hypertension may have an influence on adrenergic receptor genotypes. It has been reported that renin-angiotensin system genotypes are related to premature hypertension (43) . If some of these genotypes, which may have a major influence on the pharmacodynamic determinants of antihypertensive response, could be identified, this could tie in the early findings and treatment of masked stress-induced hypertension at work. However, an emerging consensus is that single genes have only small effects on antihypertensive drug responses, and even the combined effects of all presently known polymorphisms do not account for enough variation in response to be clinically useful (44) . Additional studies, including studies considering the effects of haplotypes and multilocus genotypes on drug response, gene-by-environment interactions and new genome-wide scanning techniques that may lead to the identification of genes previously unsuspected of influencing drug response, are underway. 
